XF-19 ,} }[ﬁ

K A KENH.I

HEMREPRER (FHHRIREEBBE) HFRAARBES

Rk 2 54 4 H 1 6 HEE

WRES : 14501

HEEE : HEFHR (B)

WZHAR : 2011~2012

FEEBE 23790336

MEREL (FIX) PIPI3HKRI72—HESKIPZENE LI-ERRNEEHEDIER

HEEREL (EX) Increase in skeletal muscle amount by an attenuation of PIP3
phosphatase SKIP
MERKERE

FE&ERE 4t (IJUIN TAKESHI)

HPKE - REREEHRTRFR - B

MEEES : 00361626

WA R O (Fn30) -

Skeletal muscle and kidney enriched inositol polyphosphate 5-phosphatase
(SKIP)IZ, BHMICH T DA v AU kK 7 (IGF-1) > 7 F v & A1 il #
THZIEIZE-oT, BRHGMEBOERLZAICaZ e =T 252 L2 L6MNIC
L7z, 2L, SKIP N PIBXFT—B TP ZRAICHBE TS EIcHELT
Wb, SKIP ~7 10/ v 77 7N TRACBVWTHLERHEDOHMAE D LI
HZEMnL, SKIPIZEHRMAEZEMICANPDOELIRFTHLZ ERTIBINT,
S HIZFH 2 T4 R, SKIPIZ X207z PIs ¥+ —EB > 7 F o itlo s+
ARA=ALEZW\OENIT LT, DABBEEREDOBHZEMZ MO EERKEEBOIRHK
<° Quality of Life @ [a] EiZmF C SKIP X =i E X — 7 v M b &R
b,

WEIE R R O E (% 30) -

In this study, we revealed that skeletal muscle and kidney enriched
inositol polyphosphate 5-phosphatase (SKIP) negatively regulated
insulin-like growth factor (IGF)-1 signal in the skeletal muscle. SKIP
inhibited IGF-1 mediated protein synthesis and hypertrophy through
the negative regulation of PI 3-kinase signaling pathway. Together
with the results that SKIP heterozygous knockout mice exhibited
increased amount of tibialis anterior skeletal muscle, SKIP is likely
to be a key factor that trigger hypotrophy of skeletal muscle. Thus,
SKIP may be a promising target for the intervention of hypotrophy
accompanied by several severe diseases including cancer cachexia.
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